began treatment with oral amoxicillin/clavulanate, but her condition did not improve.
In January 1996, incision and drainage of the infected pocket were performed. In February, further debridement was performed, which exposed the proximal retained pacer wires. Because of continued drainage and presumptive infection of the pacer wires, the patient was transferred to our facility.
On arrival, the patient had local drainage from the old_ pacer pocket but denied fevers, chills, or systemic signs of disease. She had no drug allergies and was afebrile. Physical examination re- Posteroanterior (left) and lateral (right) chest radiographs demonstrating a functioning pacemaker on the right side and retained pacemaker wires on the left side of a patient with Ochrobactrum anthropi infection of the retained leads.
notable for replacement of a St. Jude aortic and mitral valve in 1984. In September 1991, she developed complete heart block, and a pacemaker was placed transvenously from the left. In November 1991, a perivalvular leak of the mitral valve developed, and she was treated with a 6-week course of vancomycin and gentamicin and placement of a new St. Jude mitral valve. Blood and intraoperative cultures were negative; it was believed in retrospect that the dehiscence was due to an -undersized prosthetic valve.
In February 1992, the pacemaker was found to be in danger of eroding through the skin at the inferior pole; therefore, the pocket was revised. In November 1992, purulent drainage from the pacemaker pocket was noted. The pacemaker was removed, but its wires were clipped short and left in place. Another pacemaker was placed on the right side without complication (figure 1). The patient remained in good health until December 1995 when the previous pacemaker site became inflamed and drained spontaneously. She vealed dehiscence of the incision of the left pacemaker pocket with purulent drainage. The right pacemaker was intact without any evidence of infection. Cultures of blood drawn on admission were negative.
A transesophageal echocardiogram was obtained on 14 March and showed normal cardiac function; there was no evidence of a valvular leak or vegetations on the valves or wires. Later that day the abandoned pacemaker leads were removed via the superior approach with countertraction supplied by a sheath. She tolerated this procedure well. Culture of the wound and proximal wires yielded a coagulase-negative Staphylococcus, which was susceptible to vancomycin, rifampin, and ciprofloxacin.
On 16 March, the primary plate on which distal wire-lead specimens were cultured yielded 4+ growth of an oxidase-positive, indole-negative, gram-negative rod in addition to the coagulasenegative Staphylococcus. On 18 March, further biochemical and susceptibility testing revealed that the organism was 0. anthropi and that it was susceptible only to trimethoprim-sulfamethoxazole (TMP-SMZ), ciprofloxacin, imipenem, and gentamicin (the typical susceptibility pattern for this organism) [2] .
The patient was treated with vancomycin, rifampin, ciprofloxacin, and TMP-SMZ for 6 weeks, followed by ciprofloxacin and TMP-SMZ for 4 1 [3] .
Two of the three cases of pyogenic infection due to 0. anthropi recently reported by Cieslak et al. [1] involved a foreign body (a draining T tube in one case and a chest tube in the other); the third case did not involve a foreign body. Alnor et al. [4] studied bacterial adhesion to silicone tubing by Agrobacterium and Ochrobactrum and found that the binding abilities of both organisms were similar to those of Staphylococcus epidermidis and Staphylococcus aureus. Infections due to all three of the related Achromobacter-like organisms have been shown to be associated with prosthetic cardiac devices; these infections include a postoperative infection of an aortic prosthesis with A. xylosoxidans [5] , prosthetic valve endocarditis due to A. radiobacter [6] , and replacement valve endocarditis due to Achromobacter group B [7] .
We believe this is the first report of a serious infection of a cardiac prosthetic device with 0. anthropi. Although it is an unusual pathogen, isolation of this species should not come as a surprise when infections involve catheters, silicone tubing, and foreign bodies. [1] adds to the sizeable number of cases already published in the literature [2] [3] [4] [5] . Are these isolated cases caused by a virulent strain that infects a patient with an impaired immune response, as was the case in the report by Holland et al. [1] , or should we expect a growing number of cases of severe primary HIV-1 infection? The answer to this important question may lie in a greater understanding of the role of primary HIV-1 infection in AIDS epidemics. Symptomatic primary HIV-1 infection was first recognized in 1984 [6] , but it has been postulated that, for AIDS epidemics to happen, high levels of viremia during primary HIV-1 infection are required [7] . An evolutionary balance may have ensured that HIV variants that cause relatively high levels of viremia but low rates of symptoms during primary HIV-1 infection were selected for in the early stages of the AIDS epidemic.
After a period of rapid spread fueled by primary HIV-1 infection [7, 8] , transmission from persons in the late stages of HIV infection increases in importance [8, 9] . These individuals have a high proportion of syncytium-inducing variants that result in more-severe primary HIV-1 infection in their partners [10]. All things being equal, severe cases of primary HIV-1 infections should appear when the first cases of AIDS occur or shortly thereafter, as we report elsewhere [5] .
Some cases of symptomatic primary HIV-1 infection are associated with sexual contact with an AIDS patient [4] . Thus, symptomatic infection may reflect both the failure of an infected individual with HIV-related symptoms to adopt safer sexual practices and of the uninfected partner to recognize manifestations indicative of HIV infection. It follows that individuals in communities whose members are well educated and are highly motivated to avoid HIV infection should have a low rate of symptomatic primary HIV infection (as well as a low rate of incident infections). Conversely, individuals in communities whose members are not highly educated and have little motivation to avoid HIV infection should have a high rate of symptomatic seroconversions.
In a population-based study [5] , we found that heterosexual men with HIV-1 infection were more likely to have had a severe primary infection than were heterosexual women with HIV-1 infec-
